The neuronal theory of experimental traumatic spinal cord dysfunction.
Previous studies by the author have demonstrated a hyperemia in the lateral funiculus of the Rhesus spinal cord following experimental traumatic spinal cord injury which has sufficient to render the animals permanently paraplegic. This absence of ischemia in the lateral funiculus, coupled with a reappraisal of available data from other investigators, has prompted the author to formulate a theory of primary neuronal dysfunction to explain the observed pathophysiology. It is suggested that the initial injury causes a pathologic biomolecular rearrangemant within the neuronal membrane which interferes with its ability to restrict sodium conductance at rest,nd in effect, makes the membrane nonexcitable.